We would like to thank Karamanoukian, Donias and Bergsland for their remarks regarding our randomized trial of percutaneous coronary intervention (PCI) versus coronary artery bypass graft (CABG) in patients with medically refractory myocardial ischemia and risk factors for early mortality with CABG. They raise two specific issues about our surgeons' CABG methods: 1) variability in myocardial protection, and 2) use of "beating heart" or "offpump" techniques.
In a recently published study, Furman et al. (1) perpetuate the myth that the non-Q-wave myocardial infarction (MI) is a "distinctive pathophysiological entity from non-Q-wave MI (NQWMI)." The results and conclusions of that study deserve careful scrutiny.
The classification of Q-wave versus NQWMI was based on the presence or absence of Q waves 24 h after hospital admission. It has been documented that at least 10% of patients will develop Q waves between 3 to 11 days after MI (2). This error could well affect the results and conclusion. Even though the same definition was used throughout the study, it is not clear whether the potential error was unchanged throughout the study.
In addition, limiting the electrocardiogram (ECG) definition of Q-wave MI (QWMI) to a Q-wave of Ն0.04 s and an amplitude Ն25% of the R-wave in that lead (in addition to evolutionary STand T-wave changes) is a perpetuation of an older and now discarded definition of the pathologic Q-wave. In a recent consensus document (3) the ECG criteria for establishing an MI are "any Q-wave in leads V 1 through V 3 , Q-wave Ն30 msec in leads II, III, aVL, V 4 , V 5 or V 6 (the Q-wave changes must be present in any two continuous leads), and be Ն1 mm in depth." In addition, it was noted that criteria for Q-wave depth requires more research. Inevitably, many infarcts presenting with significant wide but shallow pathologic Q waves would be erroneously lumped by Furman et al. (1) in the NQWMI category. Thus, the criteria selected in the Furman et al.
(1) study would tend to overestimate the number of patients with NQWMI. These problems in classification illustrate one of the difficulties in attempting to classify patients as Q-wave versus NQWMI.
Furman et al.
(1) quote the criteria for an adequate study as outlined in our report (4) in this Journal in 1997 and they claim they corrected for the variables we listed. However, they failed to correct for one of the most important variables, and this omission can alter the results and conclusions. They recognized only the negative deflection in the first 40-ms vectors, or classic Q-wave, completely overlooking other depolarization abnormalities or "Qwave equivalents" that have been well documented to correlate with MI. For example, ECGs that present the onset of tall R waves in leads V 1 and V 2 representing the "Q-wave" of posterior infarction would be classified as an NQWMI by Furman et al. (1) . This error has plagued most studies in this field and is worth emphasizing. We quote from our previous publication in the Journal: "The process of infarction alters depolarization by a number of mechanisms, e.g., dispersion, slow conduction and localized block. These forces change the surface QRS in a number of ways: to suppose that they only cause negative deflections, or Q waves, is electrocardiographically naive. It is equally naive to confine attention to the initial 40 msec vectors since at least 8% to 10% of all infarcts involve the basal myocardium, which is depolarized during the middle or terminal vectors of the QRS. A tall R in the right precordium and localized R-wave diminution in the mid precordium are two obvious and accepted 'Q-wave equivalents' but there are others. QRS alterations correlated with infarction in a number of studies include R/S changes, acute frontal-plane right axis deviation, new left axis deviation, low voltage and QRS notching, precordial QRS notching, initial and terminal QRS notching, high-frequency notching in orthogonal leads and abnormally narrow precordial R waves. . . . Summing up
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